However, previous immunohistochemical studies demonstrated that the tissue damage might result from immunological mechanisms.
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The metabolic alterations of extracellular matrix components in trachoma may be the result of cytokines released by resident conjunctival cells and by numerous inflammatory cell types infiltrating the tissue. 6
The banded collagen fibrils are the most abundant and widely distributed matrix components. Increased collagen content is a feature of many inflammatory and fibroproliferative diseases?-17
We analysed conjunctival biopsy specimens from patients with active trachoma in order to determine some of the mechanisms that control conjunctival scarring. Using immunohistochemical methods we examined the nature and distribution of types I, III, IV and V collagen in conjunctival bio p sy s p ecimens from patients with active trachoma.
Patients and methods

Study subjects and specimen collection
School children in a village in the Easter n province of Saudi Arabia were examined using a binocular magnifying loupe (X4 magnification) and a portable light source. The diagnosis of active trachoma and the grading system of the intensity of the disease were performed using the recommended World Health Organization criteria. 1 A total of nine children with active trachoma between 7 and 16 years of age were included in the study (mean age 9.4 y ears). All patients were asymptomatic and had mild to moderate active trachoma. A without obvious inflammation and served as controls.
The control patients were in a similar age group.
Immunohistochemical staining
The conjunctival biopsy specimens were immediately Trachoma specimens showed abnormal deposition of fibrils of types I and III collagen among epithelial cells.
Patchy increase in staining intensity with antibodies to types I and III collagen was noted in the substantia propria just underneath the epithelium. Thicker and irregularly arranged collagen type I and III fibrils were Table 1 . Monoclonal and polyclonal antibodies used in this study noted between inflammatory cells in the stromal lymphoid follicles, suggesting an increased production of collagen types I and III. Antibody to type IV collagen showed irregularly thickened epithelial basement membrane. Patchy anti-type V collagen staining was observed in the upper part of the substantia propria.
Type V collagen staining was also observed in the cytoplasm of fibroblasts, in the walls of blood vessels in the substantia propria, and in the walls of accessory lacrimal glands (Fig. 2) . In conclusion, new type V collagen formation and increased deposition of types I, III and IV collagen occurs in the conjunctiva from patients with active trachoma.
These findings suggest that alteration of collagen metabolism has occurred in trachomatous conjunctiva.
